Inhibition of mTORC1 does not affect control of lipolysis by isoproterenol or insulin.
Adipocytes were pre-incubated without (blue) or with 50 nM rapamycin (cyan) for 60 min, when indicated concentration of insulin was added and cells incubated for 15 min before incubation with 10 nM isoproterenol (iso) for another 10 min. Cells were then separated from medium and fatty acids (n=7) (a) and glycerol (n=7) (b) were determined in the medium. cAMP (n=3) (c) and the phosphorylation of HSL (n=4) (d), S6K1(n=3) (e) and PKB at Ser 473 (n=4) (f) were determined in the cells. Representative immunoblots of one experiment are shown. 
Effect of PI3K-inhibitors TGX221 and IPI549 on lipolysis.
Adipocytes were pre-incubated without (blue) or with inhibitors of PI3K (green/black) for 30 min: 10 µM TGX221 (inhibitor of PI3Kb) (n=4) (a,b) or 1 µM IPI549 (inhibitor of PI3Kg) (n=4) (c,d). Then the indicated concentration of insulin was added and cells incubated for 15 min before incubation with 10 nM isoproterenol (iso) for another 10 min. Cells were then separated from medium and glycerol released to the medium (a,c) and the phosphorylation of PKB at Ser 473 (b,d) in the cells were determined. Representative immunoblots of one experiment are shown. 
Control of lipolysis in insulin-sensitive and insulin-resistant non-diabetic non-obese control subjects.
Adipocytes from non-diabetic insulin sensitive subjects (HOMA-IR average 0.91, range 0.33-1.45; QUICKI average 0.40, range 0.36-0.47) (n=22, blue symbols) or from non-diabetic insulin resistant subjects (HOMA-IR average 3.20, range 2.24-5.00; QUICKI average 0.32, range 0.30-0.34) (n=17, pink symbols). The cells were incubated with the indicated concentration of insulin for 15 min, when 10 nM isoproterenol was added and cells incubated for another 10 min. Cells were then separated from medium and glycerol was determined in the medium. 
